INTRODUCTION
Phagocytic leukocytes accumulate at the sites of inflammation and bacterial infection presumably by responding to locally elevated chemotactic factors (Snyderman and Uhing, 1992) . Bacterial formylated peptides, formyl-methionyl-leucyl-phenylalanine (fMLF) in particular, are among the most potent chemoattractants identified so far for phagocytes (Murphy, 1996) . In human, there are at least 2 functional formyl peptide receptors, which belong to the G-protein coupled, seven-transmembrane (STM) receptor superfamily (Murphy, 1996) . The high-affinity fMLF receptor FPR is activated by low (picomolar to low-nanomolar) concentrations of fMLF, while the low-affinity FPRL1 (FPR-Like 1), which shares 69% identity to FPR at the amino acid level, interacts only with high (micromolar) concentrations of fMLF (Le et al., 2001a) . In mouse, 2 genes encode functional fMLF receptors FPR1 and FPR2 (Murphy, 1996) . Based on the pattern of their responsiveness to fMLF, mouse FPR1 and FPR2 are considered counterparts of human FPR and FPRL1, respectively (Liang et al., 2000; Hartt et al., 2000; Hu et al., 2001) . Mice with disrupted FPR1 gene showed higher susceptibility to Listeria monocytogenes and impaired neutrophil chemotaxis in response to fMLF, suggesting that FPR1 plays a significant role in host defense against microbial infection (Gao et al., 1999) .
